This case shows a post operative contralateral zona glomerolusa suppression causing hypoaldostronism with impaired renal potassium excretion leading to hyperkalaemia. Mechanisms include:
Introduction
Aldosterone is a mineralcorticoid produced by the zona glomerulosa of the adrenal cortex. Aldosterone producing adenomas (APA) and bilateral adrenal hyperplasia account for 95% of cases of primary aldosteronism. The most effective treatment for an APA is an adrenalectomy. Complications following an adrenalectomy include the suppression of the contralateral zona glomerulosa causing low levels of renin and hypoaldosteronism which in turn leads to hyperkalaemia and hypotension. This case illustrates a prolonged case of hypoaldosteronism following an adrenalectomy for Conns. Case This is a case of a 52 year old man referred due to refractory hypertension. His systolic pressure ranged between 170mmHg to 230mmHg despite being on four antihypertensive medications. Examination showed no acromegaly or cushoingoid features . Biochemical markers showed a hypokalemia (k 2.8) with a normal TFTs, 24 hour urinary catecholamines and dexamethasone suppression test. He had a renin level of 0.5 and an aldosterone level of 1050. MRI adrenals revealed a 18cm x1.4cm nodule on the left adrenal gland (Figure 1) . Venous sampling showed excess aldosterone production and a laprascopic adrenalectomy occurred. Post operatively he developed acute hypotension and acute kidney injury with a hyperkalemia. After discharge, he was found to have hypoaldosteronism with renin level 0.1 and aldosterone levels <100 (graph 1). He was commenced on fludrocortisone for 18 months and his AKI resolved. Whilst on fludrocortisone he underwent interval measurements of his electrolytes, renin and aldosterone. 
